Summary &mdash; The intergenotypic interactions for the spread and development of natural brown rust infection in components of Kalyansona multiline wheat MLKS-11 were studied using an alternate row design. The 
INTRODUCTION
Rust diseases, particularly the brown rust caused by Puccinia recondita Rob ex Desm f sp tritici Erick et Hen pose a major threat to wheat yield stability in India. Most of the resistant breeding strategies are based on the development of pure line varieties. The resistant varieties which have thus evolved tend to become susceptible even before they are put through tests due to the change in pathogen virulence pattern. This has resulted in the development of an alternative strategy to combat the threat posed by rusts to yield stability. One such strategy is the multiline concept (Jenson, 1952; Borlaug, 1953 Borlaug, , 1957 Borlaug, , 1958 Browning and Frey, 1969; Clifford, 1975) . It was hypothesised that multiline varieties possess synthesised horizontal resistance (Borlaug, 1958) . The progression and the mode of disease development in mixed intraspecific cereal plant populations such as multiline varieties have drawn the attention of many researchers on dis-ease epidemiology following the studies of Vanderplank (1963) . Both temporal and spatial aspects of progress of the disease have been considered by various workers (Jeger et al, 1981 (Jeger et al, , 1983 ; Mundt and Browning, 1985; Mundt and Leonard, 1985 ; Mundt and Brophy, 1988; Buiel et al, 1989) . Among these reports, those of the Mundt group have emphasised that the susceptible host genotypic area and the number of host genotype units are the dominant factors in determining the effectiveness of multiline mixtures for disease control. Mundt and Brophy (1988) (Prakash et al, 1987 (Prakash et al, , 1990 . Luthra and Rao (1979) have hypothesised that an 'escape' mechanism may be operating in multiline mixtures where the susceptible components may escape from the disease because of the shiedling effects of the resistant lines in proximity. Furthermore, the barrier effects as suggested by Wolfe (1985) (Prakash et al, 1987) in addition to hill plot design (Prakash et al, 1990) where specific combination effects are ignored.
The error for testing (C jj -C j ) comparison is (p-1) 3 &sigma; e 2 /rp 3 .
RESULTS AND DISCUSSION
The analysis of variance was done for brown rust incidence recorded on first three dates (March 6, March 25 and April 3 respectively) although a final record was made on April 12 (tables I à VI).
It could be observed that the genotypic component of variation was highly significant for brown rust incidence. The within-genotype component of variation was highly significant, which indicated that significant differences existed among genotypes for disease incidence. Significant G x T interactions showed that the variation within a set of treatments was dependent on the genotypes involved. The genotypes (Sitch and Whittington, 1983) .
The results of the present study have shown that there was lack of evidence for the escape mechanism due to the shielding effect of the resistant lines during the initiation of the disease as proposed earlier by Luthra and Rao (1979) . It is also clear that resistant genotypes may slow down the spread of the disease in the neighbouring susceptible genotypes by acting as physical barriers as described by Wolfe (1985) (Wolfe, 1985) . 
